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[ Abstract |

morbidity and mortality of patients with heart failure. Serum uric acid levels below 360 pmol/L is the goal of urate-lower-

Hyperuricemia and heart failure are both common diseases. Hyperuricemia is closely related to the

ing therapy. This review focuses on the effects of urate-lowering therapy on cardiovascular system in patients with hyperu-

ricemia complicated with heart failure from the aspects of lifestyle guidance,alkalized urine drugs and uric acid-lowering

drugs, which can provide reference for the treatment.
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